The aim of the study was to evaluate the effects of an acute increase in triglyceride levels induced by Intralipid (Kabivitrum' Stockholm, Sweden) infusion on forearm glucose uptake, glucose oxidative metabolism, and hepatic glucose production independent of circulating free fatty acid {FFA) levels in man. Six normal subiects underwent three different tests in random order. Each 
hyperinsulinemia, hypertriglyceridemia, hypertension, coronary artery disease, insulin resistance, and impaired glucose tolerance. Although there is much evidence suggesting that hypertriglyceridemia is a consequence of insulin resistance, little is known about the effects of triglycerides on insulin sensitivity. Previous studies have shown that in normal subjects, impaired-glucose tolerance subjects, and noninsulin-dependent diabetes mellitus (NIDDM) subjects, there is an inverse relationship between triglyceride levels and insulin sensitivity.3'4 Epidemiologic data indicated that insulin resistance precedes the development of hypertriglyceridemia. In addition, insulin stimulates triglyceride verylow-density lipoprotein synthesis,3 and long-term therapy with gemfibrozil improves glucose tolerance and insulin levels during oral glucose tolerance tests in subjects with severe hypertriglyceridemia. 5 Recently, Yki-Jarvinen and Taskinen6 and Widen et al7 have shown that hypertriglyceridemic NIDDM patients are more insulin-resistant than matched nonhypertriglyceridemic patients. On the other hand, a reduction in triglyceride levels via gemfibrozil or bezafrbrate therapy did not improve insulin sensitivity in mildly hypertriglyceridemic NIDDM patients or in hypertriglyceridemic patients. 8'e The aim of this study was to evaluate the effects of acute hypertriglyceridemia on forearm glucose uptake, glucose oxidation, and hepatic glucose production in man. To the best of our knowledge, the only way to produce an acute increase in triglyceride levels is to use an Intralipid infuMetabolism, Vol 44, No 7 (July), 1995: pp 883-889 sion.10, 11 However, since this also increases free fatty acid (FFA) levels,12'13 it could become impossible to discriminate between the efiects of FFA and those of triglycerides on glucose metabolism. On the other hand, it is also possible to increase FFA levels without changing triglyceride levels by using heparin infusion with or without lowdose Intralipid (Kabivitrum, Stockholm, Sweden).14 '15 Therefore, we designed a study in which both FFA and triglyceride levels or only FFA levels were increased. Thus' by comparing results, we were able to calculate the efiects of triglycerides on glucose metabolism. SUBJECTS [6,6-2H2] glucose was measured using the gas chromatographic-mass specttometric method previously reported. 27 Weighed amounts of [1-13C] (Fig 3) .
Forearm FFA and B-OH-butyrate uptakes were similar during tests 1 and 2, and were completely suppressed during test 3. In contrast, forearm triglyceride uptake and forearm citrate release were significantly greater during test 1 than during tests 2 and 3 (Table 2 ). Blood flows were not significantly modified (Table 2 ).
Glucose and palmitate metabolism. Glucose turnover rate was superimposable during tests 1 and 2, but significantly lower than during test 3 (Table 4 ).
At high triglyceride and FFA levels (test 1), hepatic glucose production was significantly less inhibited than during tests 2 and 3. As expected, also during test 2, hepatic glucose production was less inhibited than during test 3 ( (Table 4 ).
Protein oxidation rate was similar during the three studies, without significant changes as compared with the control oeriod.
DISCUSSION
The study was designed to quantiff the effects of increased triglyceride levels on glucose metabolism indepen- 
